Research chronicling links between a polymorphism in the serotonin-transporter gene (5-HTTLPR) and neuroticism has yielded inconsistent results. One possible explanation for this inconsistency is that any gene-phenotype association is obscured by a gene-X-environment (GXE) interaction. We studied a healthy non-clinical sample (N = 118) to determine whether the 5-HTTLPR interacts with current life events in predicting neuroticism. The differential-susceptibility hypothesis led to the prediction of such an interaction, reflecting the fact that individuals with short alleles would be affected more by both negative and positive life events than those homozygous for long alleles. Participants completed questionnaires concerning recent life events and neuroticism. The 5-HTTLPR was genotyped using a standard protocol with DNA extracted from oral fluid. For those homozygous for the short allele, more negative life events proved related to greater neuroticism, whereas more positive life events proved related to less neuroticism. No such association emerged in the case of those homozygous for the long allele. Whereas neuroticism is likely to be an especially stable trait in individuals homozygous for the long allele, this may be less so the case for those carrying short alleles.
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Neuroticism is a personality trait generally defined as the proneness to experience negative affect (Costa and McCrae, 1992) and to appraise events as stressful (Hurt et al., 1984) . Behaviorgenetic studies show it to be approximately 40-50% heritable, just like most other personality traits (Jang et al., 1996; Eaves et al., 1999; Plomin et al., 1994) . This result has raised the issue of identifying potential candidate genes associated with neuroticism. Lesch et al. (1996) , focusing on the serotonin transporter, were the first to link neuroticism with the short allele of the serotonintransporter-linked polymorphic region (5-HTTLPR). Replication of this particular finding has proven difficult, however, just as it has in the case of many other attempts to associate candidate genes with specific behavioral and psychological phenotypes (Burmeister et al., 2008) . Whereas three meta-analyses provide support for associations between the short allele of the 5-HTTLPR and neuroticism and/or other anxiety-related personality traits (Sen et al., 2004; Schinka et al., 2004; Munafo et al., 2009) , two other meta-analyses focused on the same relationship failed to discern reliable evidence of it (Munafo et al., 2003; Munafo et al., 2005 ).
In the face of similar inconsistent results pertaining to links between candidate genes and antisocial behavior and depression, as well as between specific environmental factors and these psychiatric phenotypes, Caspi and associates (Caspi et al., 2002 (Caspi et al., , 2003 raised the prospect that gene-environment (GXE) interactions could be responsible for the inconsistency in the empirical literature. Because genetic and contextual links to phenotypes might only emerge under, respectively, certain environmental and genetic conditions, failure to consider environmental factors in much of the candidate-gene research focused on neuroticism could explain why gene-phenotype associations have proven inconsistent. Empirical evidence of such GXE interactions showing that specific environmental factors (e.g., stressful life events) predicted specific behavioral outcomes (e.g., depression) to a greater extent in individuals with specific gene variants (e.g., short allele of the 5-HTTLPR (Caspi et al., 2003) ) is certainly consistent with this thinking, providing perhaps an explanation for the aforementioned inconsistency in associations between the short 5-HTTPLR allele and neuroticism.
In the current investigation, we apply the same logic as Caspi and associates (Caspi et al., 2002 (Caspi et al., , 2003 but to the issue of relations between life events, the serotonin-transporter gene polymorphism (5-HTTLPR) and neuroticism. We reasoned that an interaction between the 5-HTTLPR and life events in the prediction of neuroticism may have complicated replication of the association between the 5-HTTLPR and neuroticism. Whereas a growing number of GXE studies discern significant interactions between the 5-HTTLPR and negative Abbreviations: DNA, deoxyribonucleic acid; GXE, gene-X-environment interaction; PTSD, post-traumatic stress disorder; 5-HTTLPR, serotonin transporter gene-linked polymorphic region.
